The giant pigmented naevus is the most florid expression of cutaneous hyperpigmentation. Examples may be seen in illustrations of physiognomic works ofhet eightet4-cetury (Fanconi, -1956) . To date over 200 cases of extensive cutaneous pigmentation have been recorded in the literature, and the pathogenesis, clinical course and pathology have recently been reviewed (Reed, Becker, Becker, and Nickel, 1965) .
The giant pigmented naevus is the most florid expression of cutaneous hyperpigmentation. Examples may be seen in illustrations of physiognomic works ofhet eightet4-cetury (Fanconi, -1956) . To date over 200 cases of extensive cutaneous pigmentation have been recorded in the literature, and the pathogenesis, clinical course and pathology have recently been reviewed (Reed, Becker, Becker, and Nickel, 1965 ).
Rokitansky in 1861 described a patient with a giant pigmented naevus and leptomeningeal hyperpigmentation. Since then some 20 cases of cutaneous and leptomeningeal hyperpigmentation have been reported and recently reviewed (Fox, Emery, Goodbody, and Yates, 1964; Reed et al., 1965) . Excluding those cases in which either skin malignancy or metastases elsewhere in the body were present, there exist in the literature seven case reports of primary intracerebral melanoma complicating the condition of extensive cutaneous pigmentation (Table I ). The rarity of this association prompted us to report another case.
CASE REPORT
The patient, a 15-year-old Polish girl, a binovular twin, was admitted on 7 November 1966 to a gynaecological unit. She presented with amenorrhoea of two months' duration. In response to further questions to the relatives, a history of increasingly severe bilateral retro-orbital headache and anorexia over the preceding month was obtained. Family history was non-contributary; in particular the patient's binovular twin sister was free of skin blemishes and well in every respect.
She was apyrexial, listless, and apathetic. There was marked neck-stiffness and Kernig's sign was positive. There were no other localizing neurological signs. The striking feature was the presence of a giant, hairy, pigmented naevus of the 'cape' variety. It involved the posterior cervical and occipital regions and extended synmnetrically over both shoulders (Fig. 1) nervous system were unremarkable. The skin showed the pigmentary changes previously described. There was no evidence of cutaneous, ocular, or visceral malignancy. The brain weighed 1,510 g and showed flattening of the gyri. There was coning of the cerebellar tonsils and medulla into the foramen magnum. A large, solid, soft pigmented tumour measuring 6 cm in diameter was present in the right temporal lobe (Fig. 2) . It extended into the posterior horn of the right lateral ventricle, where it appeared to communicate with the choroid plexus which was heavily pigmented. There was some adjacent ependymal pigmentation. The leptomeninges at the base of the brain and elsewhere showed no abnormal pigmentation. Throughout the entire length of the spinal cord, small brownish, granular lesions were seen inside the dura.
MICROSCOPY Sections of the cutaneous naevi taken from several sites showed the histological appearance of pigmented intra-dermal naevi. There was no maicroscopic evidence of malignant change in any of the sections taken, nor was there evidence of malignancy in sections through (Van Bogaert, 1948; Touraine, 1949; Fox et al., 1964; Reed et al., 1965) .
In this connection it is of interest that two cases of neurofibromatosis (Berblinger, 1915; Bjorneboe, 1935) (Fig. 3) (Rawles, 1948) . Virchow (1859) (Fox et al., 1964) . Baader (1935) (Wilcox, 1939) have been described in association with neurocutaneous melanosis.
The incidence of malignancy in meningeal melanosis is difficult to assess because often anaplastic cells show little or no invasiveness. Fox et al. (1964) estimate that 88 out of a total of 101 cases of meningeal melanosis showed malignant change histologically, but the formation of a malignant melanomatous tumour is much less common and occurs in only about a third of the cases. Nevertheless, its incidence is about twice that given for malignant change in the skin (Reed et al., 1965) .
It is apparent from Table I , in which are summarized the pertinent clinical and pathological details of the eight reported cases of primary malignant cerebral melanoma associated with extensive cutaneous pigmentation, that there is no site of predilection for the melanoma. Death in all eight occurred below the sixth decade, when mortality of cutaneous melanoma is at its peak, thus stressing the distinction from that condition (Gibson, Burrows, and Weir, 1957 Berblinger's (1915) . It has been argued that leptomeningeal hyperpigmentation must be considered an essential prerequisite for the diagnosis of a primary malignant cerebral melanoma on the grounds that the tumour may be secondary to a lesion at some other site, even if this is not found at necropsy. (Bouton, 1958; Fox et al., 1964) . The argument whether, in the absence of malignancy elsewhere in the body, a cerebral melanoma is primary or secondary is impossible to resolve, and this difficulty is further underlined by the patient reported by Lua (1914) . In this case undoubted secondary intracranial melanomatosis gave rise to diffuse leptomeningeal pigmentation and multiple cerebral melanomata. We (Russi, Robinson, and Nagler, 1953; Gibson et al., 1957; Kiel, Starr, and Hansen, 1961; Spens, Parsons, and Begg, 1962; Pappenheim and Bhattacharji, 1962 
